dle scallop and anterior leaflet prolapse produce a denser central bulge compared to the less dense commissural bulges.'0 Of perhaps greater significance in the distinction between anterior and posterior leaflet prolapse is the use of the left anterior oblique left ventricular cineangiogram in these patients. In this view, the anterior leaflet is well visualized in diastole hanging down from the aortic root to which it is attached. In systole, if it should prolapse, it moves into the left
atrium, the fulcrum of its movement being at the aortic root.'0
In the case of the patient reported in figure 2 of our paper," none of these criteria for anterior leaflet prolapse were present. Therefore we believe that the anterosuperior bulge in figure 2 was due to anterolateral commissural scallop prolapse8 and not due to anterior leaflet prolapse as has been suggested by Dr 
Vagal Stimulation and VF
To the Editor:
It is with great interest that we have read the paper of Kent and his collegues (Circulation 47: 291, 1973), as well as the discussion between Wallace and Kent (Circulation 48: 669, 1973). Dr. Kent's question, whether vagal stimulation is of physiological importance for spontaneous ventricular fibrillation (VF) and ventricular ectopic beats (VES) after experimental myocardial infarction, was already examined in our laboratories and presented at the 39th Scientific Session of the German Association of Cardiovascular Research in Bad Nauheim (April 28, 1973, Verhandlg. Dtsch. Ges. Kreislaufforschg. 39, 1973, in press).
The experiments were performed on nonpretreated normal anaesthetized mongrel dogs (n = 18) with a weight of 20-25 kg. The acute myocardial infarction in these animals was brought about by proximal ligation of the r. circumflexus of the left coronary artery. In ten of the 18 dogs we stimulated the intact right cervical n. vagus with rightangle-dc-impulses (1-10 V, duration 2 msec., frequency 10-20 Hz) beginning 30 min before ligation. Eight dogs, without vagal stimulation, formed the control group. During these experiments we recorded the ECG, the aortic and ventricuilar pressure with the first derivative and controled blood gas, electrolytes, and temperature. In all cases the signs of an extant myocardial infarction developed.
Survival rate and arrhythmias after acute proximal ligation of the r.circumflexus depend on the development of the collateral vessels. Our own previous examinations (Meesmann et al: Res Exptl Med 153: 246, 1970) showed that animals with well-marked collateral vessels have a survival rate of 97%, whereas those with poorly developed collaterals have a mortality of 100% in phase I according to Harris (Circulation 1: 1318, 1950). Animals (n = 2) with well-marked collaterals (postmortem selective coronary angiography) were excluisively found in the group with vagal stimulation.
Their survival can be explained by these well-marked collaterals and not only by vagal stimulation. These two dogs, therefore, were excluded from the interpretation of the protective effect of the vagus in regard to the survival rate. For our evaluation we took those 16 dogs, which had poorly developed collaterals.
The vagal stimulation reduced the mean heart rate to onilv 109 beats/min (control group: 113 beats/min on the average). Before the ligation there were no VES in either group. All the animals without vagal stimuilation developed numerous VES after coronary arterv occlusion. These ectopic beats occurred rather rarely in the beginning, increased to ectopic salves, anid finally lead to VF. The survival time after the ligation of the r. circumflexus in the control group was 6 min on the average (2-20 min).
In the group with vagal stimulation, five of eight animals survived the proximal ligation of the r. circtimflexus for at least six hours and were then sacrificed. The survival times of the dogs, which died in VF, were prolonged. On the whole the VES were reduced but their frequency in the first 5 min after occlusioin was remarkable. These results prove that by vagal stimulation with only a relative bradyeardia, the VF is highly reduced after proximal ligation of the r. circulmflexus in dogs with poorly developed collateral vessels.
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